A prospective study of 80 patients presenting with amaurosis fugax was performed in an attempt to relate clinical features to angiographic findings in the internal carotid artery. Carotid bruit, transient cerebral ischaemic attacks, hypertension, and claudication were associated with a high prevalence of angiographic abnormality. Every patient who showed all these features had an operable lesion, as did 88% of those who had three features. In patients over 50 years of age carotid stenosis and atheromatous ulceration were occasionally found in the absence of bruit and transient cerebral ischaemia, but only one patient aged under 50 had an operable lesion and no associated features. Clinical features were therefore valuable in predicting the outcome of angiography, but it seems prudent to restrict angiography to patients aged over 50, who are most likely to benefit from surgery on the carotid artery.
Introduction
A brief episode of visual loss in one eye (amaurosis fugax) is usually caused by a transient reduction in the ocular blood supply. Fisher' first dr_w attention to the occurrence of this symptom in some patients who also had transient or permanent hemiparesis on the contralateral side. He showed that the underlying abnormality in these patients was in the internal carotid artery, which was either occluded by thrombus emboli to the ocular or cerebral circulation,2 or the low perfusion pressure distal to an occlusion may render the eye vulnerable to ischaemia should there be a temporary reduction in systemic blood pressure. 3 Since amaurosis fugax may precede a permanent cerebral deficit, and since stenosis of the carotid artery is amenable to surgery, Fisher's observations have stimulated a policy of active clinical investigation in the hope of preventing cerebral infarction. In many centres carotid angiography is routinely advised in all such patients in the search for a carotid lesion which can be treated surgically.4 5 But such a policy has several disadvantages. Firstly, many patients with amaurosis fugax do not subsequently develop a permanent deficit, either cerebral or ocular, and the proportion of such "benign" cases has been variously estimated at 40"0' to 840/% of the total.6 Secondly, some patients with amaurosis fugax show no radiological abnormality in the carotid artery.8 Presumably the disturbance in ocular circulation in these patients is due to emboli from the heart or proximal great vessels, transient reductions in cardiac output, or other factors such as vasospasm or abnormal platelet or coagulant activity. Thirdly, even when a carotid lesion is found, surgical treatment is not always effective, although most controlled trials have shown fewer transient cerebral ischaemic attacks and completed strokes in patients who have undergone operation.9
We performed a prospective study to clarify the second question-the frequency with which angiography shows an abnormality amenable to surgical treatment in patients with amaurosis fugax-and so to provide simple clinical guidelines about investigating this common and alarming symptom. A kink was defined as angulation of the vessel more acute than 90' or where the vessel formed a complete loop. A stenosis was defined as a narrowing of the vessel lumen by 30 % or more, since we found it difficult to be confident of the presence of a stenosis of lesser degree. The vessel was described as irregular when the lumen, though not significantly narrowed, had lost its normal smooth contour and showed either small elevations or depressions (fig a) .
An "operable lesion" was defined as stenosis or an irregularity restricted to the proximal 5 cm of the internal carotid artery. Patients with kinks or loops of the internal carotid artery were not operated on.
Results
Of the 67 patients undergoing angiography, 38 Of the findings in the ipsilateral internal carotid arteries at angiography in these 67 patients (table B*), 26 patients had no abnormality throughout the length of the vessel, and six had only a kink. The origin of the internal carotid artery was abnormal in 31: eight had an irregular vessel wall, 16 had stenosis, and seven had total occlusion of the lumen. Four with abnormalities at the origin of the vessel also had irregularity or stenosis of the siphon (cavernous region) of the internal carotid artery. Abnormalities limited to the siphon were seen in four patients-as an irregularity of the vessel wall in two and stenosis in two. There was no relation between the angiographic appearance and either the number of attacks the patients experienced or the length of time that these had been occurring. The bruit may yet have an operable lesion, as may some without transient cerebral ischaemic attacks or claudication (table II) . The number of lesions missed is not insignificant even if combinations of these four factors are used. This is because atheromatous ulceration shown angiographically as an irregularity of the lumen may be a source of mural thrombus and platelet embolism without giving rise to a bruit or to transient cerebral ischaemia."2 The age of the patient is of practical importance since it is unusual for a surgical lesion to be discovered before the age of 50. We found a lesion in only one patient aged under 50 who had no other associated features. while that between IgM and PAA (0-1>P>0O05) was not. IgG (but not IgM) significantly (P <002) increased in four subjects who received a dietary supplement of 1 g AA daily for one week. Over the next month IgG significantly (P <0025) decreased. During this period the mean PAA titre of these subjects rose from 12-5±1-7 pemol/I (0-22±0-03 mg/100 ml) to 86.5± ptmol/I (1-70±0-15 mg/100 ml) then fell to 20-4±6-8~tmnol/l (0-36± 0-12 mg/100 ml), while LAA levels rose from 78-9±3-3 nmol/1081 leucocytes (Ls) (13.9±0-58 peg/108 Ls) to 141 ±33-5 nmol/108 Ls (24-9±59 jig/ 108 Ls) then fell to 110±40-9 nmol/108 La (19-3±7-2 jg/108 Ls). No relationships were evident between blood AA levels and complement C3 titres.
